中 国 肺 癌 杂 志 2 0 1 1 年 1 月 第 1 4 卷 第 1 期 C h i n J L u n g C a n c e r, Januar y 2011, Vol.14, No.1 ·· treatment groups and the control group at d0. At d14, the SUVmax values for group 1, 2 and 3 were 0.80±0.10, 1.1±0.19 and 2.85 ±0.15, respectively, and were significantly lower than that of the control group (5.61±0.50)(P<0.05). Significant dose-response relationship was observed in SUVmax between group 1 and group 2, and the SUV values gradually decreased from d7 to d14 after treatment. In group 3, SUVmax gradually increased and reached a peak at d7 then significantly decreased. The SUVmax values of group 3 were significantly lower than those of the control at the same time point (P<0.05). HE staining found degenerative necrosis at the site was nearby the microparticle. Necrosis became serious increasing with the radioactivity. Inflammatory cell infiltration was rarely seen in tumors treated with 93 MBq or 185 MBq 32 P-CP-PLLA microparticles. In contrast, the necrotic area was surrounded by marked inflammatory cell infiltration in group 3. IHC analysis showed that the expression of bcl-2 in treated groups were lower than those in the control group, and the expression of bax in treated group was higher than those in the control group (P<0.05). The ratio of bcl-2/bax protein significantly decreased in the treated group (P<0.05). Dose dependence was seen in the expression of apoptosis related proteins. Conclusion The sustained irradiation of 32 P-CP-PLLA microparticles can direct kill the VX2 tumor cell, thus the glycolysis of which were suppressed. Although the alive tumor cells still presented faraway from the microparticle, the expression of apoptosis related proteins in which were significantly different from the control. Bcl-2 and bax gene were induced to participate in regulation for the apoptosis of VX2 tumor cell by ionizing radiation from 32 P-CP-PLLA microparticles, so that the tumor growth was inhibited. 【Key words】 Lung neoplasms; 
